This report deals with the ultrastructural changes observed in neurons of the posterior root ganglion of slow loris (Nycticebus coucang) following administration of tricresylphosphate (TCP) 0.2ml/kg body weight for 10 days. The observed changes involved the rough and smooth endoplasmic reticulum profiles, neurofilaments, Golgi complex as well as lipofuscin pigment. Nissl substance was markedly dispersed to the periphery of the neuron. Membranous profiles of the smooth endoplasmic reticulum were lost. Neurofilaments were markedly increased and manifested neurofibrillary tangles or else were scattered over the cytoplasm.
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Golgi complexes were dilated and there was a marked increase in lipofuscin.
These observations suggest that TCP produces degenerative changes in the organelles of sensory neurons similar to those seen at the height of chromatolysis produced by mechanical interference in the dorsal root ganglia and other neurons.
In earlier publications we reported the degenerative changes produced by tricresylphosphate (TCP) in the motor (AHMED and GLEES, 1971) and sensory neurons of slow loris (AHMED, 1972) . These morphological changes were obtained by light microscopic studies. Recently a short communication was published showing some of our initial observations of neurotoxicity of TCP at a fine structural level in the sensory caused by TCP in posterior root ganglion cells of slow loris (Nycticebus coucang coucang), a feature which is not documented in primates.
MATERIAL AND METHOD
Six adult slow lorises were used in the experiments.
In four of them a small area of skin at the back of the neck was shaved and 0.2ml/kg body weight of TCP was painted on this area daily for 10 days, while 2 animals were used as control. All the 4 animals developed marked neurotoxic effects of TCP (AHMED and GLEES, 1971) within 8-10 weeks. At the end of 10 weeks the animals were sacrificed and perfused with 6% glutaraldehyde and the posterior root ganglia were dissected out carefully.
Small pieces of the ganglia were cut and post-fixed in 1% osmic acid. After osmication the tissue was dehydrated and embedded in Araldite. Ultrathin sections were cut, stained and examined under Hitachi HS8 electron microscope.
RESULTS
Normal spinal ganglia (Fig. 1) In the spinal ganglia of the untreated lorises many of the features observed earlier (AHMED, 1973) were confirmed.
However, the control ganglion cells had large centrally placed nuclei with prominent and dark nucleoli. Sometimes two nucleoli were seen in a single nucleus.
The ganglion cells contained a large number of Nissl substances scattered all over the cytoplasm especially in the perinuclear regions leaving the peripheral part of the soma somewhat free from such aggregates.
The Nissl substance was made up of aggregates of rough surface cisterns of endoplasmic reticulum and clusters of free ribosomes.
Neurofilaments were located throughout the cell but they were well-marked between the Nissl aggregates. Mitochondria were of fairly uniform size with a moderately dense matrix and cristae. The Golgi complex with its typical structure and few dense bodies were also noted in the perikaryon.
Changes in the toxic neurons
The nucleus was usually seen displaced from its central position towards the peri- (Fig. 2) . In general there was a loss of membranous components of the Nissl substance and dispersion of free ribosomes all over the perikaryon (Fig. 3) . A few of these cells also contained some unusual tubular membrane complexes with electron-dense particles in them (Fig. 3) . Cells with vacuolated or
Another striking feature in the perikaryon of most of the affected neurons was the presence of large numbers of neurotubules (Fig. 4) and neurofilaments.
In some cells the filaments were seen in the form of neurofibrillary tangles with some electron deposits (Fig. 5) , whereas in others the entire cell was filled up by the neurofilaments (Fig. 6) . Cytoplasmic dense and lipofuscin bodies of various sizes, shapes and internal structures were also encountered in most of the experimental cells ( Fig. 7) . The detailed description of these bodies has already been reported (AHMED Golgi complexes, while in others there was a marked dilatation of Golgi vacuoles and smooth endoplasmic reticulum (Fig. 8 -: A note on the toxic effects of tricresylphosphate on spinal ganglion of slow loris (Nycticebus coucang coucang). Anat. Anz. 131: 476-480 (1972) .
-: The ultrastructure of tricresylphosphate poisoning in primates. 1. Studies on axonal alterations in the spinal cord. Arch. histol. jap. 35: 283-288 (1973) Fine structure of chromatolytic feline motoneurons.
